blastlike. Pigmentation may be marked at sites of invasion. Histological invasion correlates well with the slightly raised or nodular dark areas seen grossly in lentigo maligna melanoma. The distinction between lentigo maligna and lentigo maligna melanoma is simply absence of dermal invasion in the former and presence of dermal invasion in the latter (Fig. 3) . Otherwise, the histological features are similar so that accurate diagnosis is heavily dependent on accurate gross evaluation and sampling (2).
Superficial Spreading Melanoma
The histological hallmark of this lesion is the presence of pagetoid cells randomly scattered through all layers of the epidermis and intraepidermal clustering or nesting of large malignant melanocytes. Pagetoid cells may~be disposed singly as high in the epidermis as the stratum corneum (Fig. 4) . Cells nests are usually seen more basally within the epidermis. Occasionally the entire epidermis may be replaced by nests of melanocytes. While displaying obvious atypical features of enlarged nuclei and one or more prominent nucleoli, cells within nests usually have a distinct, rather monotonous epithelioid appearance. Frequently seen with light mi- croscopy are tan granules within the cytoplasm of these cells, indicative of melanin formation. The above description is in contrast to the marked variability in the cell morphology from one melanocyte to the other as seen in lentigo maligna and lentigo maligna melanoma. When invasion occurs, the epithelioid appearance is usually preserved but cells may be present individually, in cords or strands, or in nests (Fig.  5) . Invariably present is a dense inflammatory infiltrate composed of lymphocytes and other mononuclear cells but usually not polymorphonuclear leukocytes (1, 3) .
Nodular Melanoma
In nodular melanoma, intraepidermal and dermal invasion are uniformly coexistent. Current methods of classification stipulate that if intraepidermal malignancy extends more than the width of three rete ridges beyond dermal invasion in any histological section examined, the lesion is superficial spreading melanoma. Frequently, a few or no intraepidermal malignant cells are seen (Fig. 6) . Inflammatory cells are interposed between groups of invasive melanocytes in the dermis (Fig. 7) . IV, or V. When distinct intraepidermal malignancy is absent, the lesion should be distinguished clinically from a metastatic melanoma. The cells in nodular melanoma may be epithelioid, spindlelike, or smaller and nevuslike (Fig. 8) . Nodular melanomas pathologically correlate well with their clinically proven aggressiveness in that bizarre nuclei, mitotic figures, and deep invasion are the rule (1, 3) .
PATHOLOGY AND PROGNOSIS Numerous authors have stressed the relationship of levels of invasion to prognosis (1, 4, 5) . A large series of patients with melanoma of all types compiled by Clark et al. indicated survival rates in relationship to depth of invasion (1) . These data are expressed in terms of percentage of patients who died secondary to metastatic tumor. Patients with invasion to Level II, III, IV, and V had mortality rates of 8.3, 35.2, 46.1, and 52%, respectively, within the follow-up period. A large group of patients with superficial spreading melanoma were similarly evaluated. Mortality rates were 9.1, 31.9, 40.5, and 50.0% for levels II-V, respectively. The biology of superficial spreading melanoma and lentigo maligna melanoma is similar in that early in their course they are superficial, slowly growing, centrifugally or laterally spreading lesions. Conversely, the natural history of nodular melanoma is rapid penetration and invasion from its inception. The statistical studies to date suggest that, regardless of the initial biological features and the gross topography, the survival rates among all types correlate best with the level of invasion noted at time of diagnosis. Therefore, accurate histopathological diagnosis and determination of depth of invasion remain today the most useful guides to further therapy and prognosis.
